Functional state of the thyroid gland is one of the factors which affect secretion and metabolism of steroid hormones. Luetscher et al. (1963) as well as Kono et al. (1966) observed that aldosterone secretion was increased in hyperthyroidism and reduced in hypothyroidism, though plasma aldosterone concentration (PAC) calculated from secretion and metabolic clearance rate was normal in hyper-and hypothyroidism.
Recently Hauger-Klevene et al. (1972) reported changes in plasma renin activity (PRA) in hyper-and hypothyroidism, which was positively correlated with functional states of thyroid glands. Increased PRA in hyperthyroidism was suppressed by adrenergic blockade. The elevated PRA in hyperthyroidism was presumed to be one of the manifestations of augmented adrenergic activity in hyperthyroidism. Because of reduced pressor sensitivity to infused angiotensin II, they further concluded that the elevated PRA had little to do with maintenance of the arterial hypertension.
It is anticipated that the altered PRA may have any relation with aldosterone secretion and a consequent effect on electrolyte homeostasis. In the following study, we measured PRA and plasma aldosterone concentration (PAC) in patients with hyper-and hypothyroidism before and after treatment. In addition, PAC and PRA were measured after 
Discussion
Alterations of plasma aldosterone concentration in different thyroid states remain to be clarified. Altered PRA and aldosterone secretion (as well as metabolic clearance rate therof) have been reported separately, which were related to the functional states of the thyroid glands (Luetscher et al., 1963 , Kono et al., 1966 , Hauger-Klevene et al., 1972 . The implication of these changes to electrolyte homeostasis, especially of potassium, is totally unknown. Only one report described hyperreninemia, "secondary aldosteronism" with hypokalemia in dogs in the thyrotoxic state by the administration of excess thyroxine (Shahawy et al., 1971) . Fukuchi et al. reported increased PRA and PAC in subjects with hyperthyroidism (1973) . Increased PRA and reduced PAC were noted in hyperthyroidism by Cain et al. (1973) (Liddle et al., 1956 , Crable et al., 1959 , Tucci et al., 1967 . Augmented or reduced secretion of ACTH has been speculated in hyper-or hypothyroidism (Gallagher et al., 1972) , which, nevertheless, might play a role in changing PAC in individual cases.
Serum potassium concentration in different thyroid states remains normal (Ingbar and Woeber, 1968) . In a rather acute experiment, Shahawy et al. produced elevated PRA, elevated aldosterone excretion rate and hypopotassemia in dogs made thyrotoxic by the administration of thyroxine. They concluded that thyroxine caused elevation of PRA and induced "secondary aldosteronism" with hypopotassemia (Shahawy et al., 1971) . In our study, neither hypo-or hyperpotassemia was found in hyper-or hypothyroidism. If altered PAC had little to do with serum potassium concentration, it might act on intracellular potassium. Total body exchangeable potassium has been reported to be reduced or increased in hyper-or hypothyroidism. In this regard, however, the question remains unsettled whether this is due to reduction or increase in body mass or in intracellular potassium (Aikawa et al., 1953 , Munro et al., 1958 . Lastly, aldosterone antagonist, for example, progesterone, might be altered in the same direction as aldosterone in the functional disorders of thyroids. Thus far, no actual measurement has been reported of progesterone secretion in thyroid disorders.
